Introduction
Definite evidence of permanent damage to the heart valves cannot usually be determined during the acute stages of an attack of acute rheumatism.
Systolic murmurs are often produced by fever and by the flaccidity of the valve rings. These murmurs may disappear entirely during convalescence.
Poulton (1936) states that mitral stenosis due to scarring of the cusps of the mitral valve is the result of a chronic process, and takes some years to develop. Linnell and Thomson (1938) state that it requires six months at least before the scarring processes lead to the production of physical signs of mitral stenosis or aortic incompetence. A mitral systolic murmur appeared on the fourteenth day, a mitral diastolic rumble on the twenty-fifth day. On the twentyeighth day a definite pre-systolic murmur appeared. The apex at this time was displaced half-inch external to the midclavicular line in the 5th intercostal space. The first mitral sound was loud and forceful and the second pulmonary sound was reduplicated.
An electro-cardiogram taken in the fourth month showed a right axis-deviation, a broad P wave in lead 1, and some distortion of the ST segment in lead 2 of uncertain significance. On the last date given above the exercise tolerance was good. The heart was not enlarged, and except for a poorly conducted mitral systolic murmur the heart sounds were normal.
An electro-cardiogram taken on the twelfth day of the illness showed no abnormalities. The PR interval was o*i6 sec.
On the twenty-fourth day, when the diastolic murmur first appeared, the PR interval had increased to o-2 sec., and the apical chest lead showed a very high T wave. Sternal leads and standard leads showed no other abnormalities.
In the eighth month, after the diastolic murmur had disappeared and the blood pressure was normal, the electrocardiogram showed a diminution in the height of the T wave in lead 3 and the apical lead was now normal.
Case No. 5.?This youth had had an attack of tonsillitis three months before the onset of acute rheumatism, which was his first attack. The temporo-mandibular joints were the first to become affected.
A loud systolic murmur was heard at the base of the heart on the fifth day, and on the eighth day an aortic diastolic murmur appeared and was well conducted down the side of the sternum. There was a typical water-hammer pulse with capillary pulsation.
At the end of the fifth week he was sent to a convalescent home.
On his return three weeks later all signs of aortic reflux had disappeared. There was only a soft systolic murmur heard over the whole of the praecordium. Glazebrook and Thomson, 1941) . It is probably due to a peripheral stimulation of the vagus nerve.
An inverted T developed on the twenty-fourth day and the chest leads showed gross increase in the amplitude of the T waves.
An intravenous injection of gr. atropine shortened the PR interval to 0-15, and increased the rate temporarily from 72 per minute to 125.
On the ninety-third day an electro-cardiogram was normal except for an inversion of T3.
Summary
Five cases of acute rheumatic fever are described.
In three, physical signs of mitral stenosis appeared within sixty days of the onset of the illness.
